,10, MD-2 and MyD88 in comparison to other organs [13] . Additionally, it is likely that a decrease in IRAK and Gi-protein expression as well as an increase in SOCS-1, IRAK-M and IκB levels also contribute to this tolerance. Under conditions like alcoholism, liver cirrhosis, ischemia-reperfusion and partial hepatectomy, the levels of portal blood endotoxin are significantly increased [14, 15] . Endotoxin is a key player in the pathophysiology of these diseases and initiates signaling cascades that trigger proinflammatory, pro-apoptotic and proliferative responses in the liver. Liver injury induced by carbon tetrachloride, choline-deficient diet or alcohol is mitigated by nonabsorbable oral antibiotics, colectomy or germfree conditions suggesting a prominent role for LPS in the pathophysiology of these 
